E BSTEIN'S disease is a congenital mal- formation and displacement of the tricuspid valve, in which the 3 leaflets of the valve are displaced distally and attached directly to the ventricular wall.1-3 Frequently individual leaflets cannot be identified and are represented only by remnants of a basket-like arrangement of fibers and cords. The deformed valve divides the right ventricle into 2 chambers-a distal one in the region of the right ventricular outflow tract with walls of normal thickness and a proximal grossly dilated chamber with markedly thin walls upon which the tricuspid valve or its representatives are adherent. This proximal chamber is continuous with a dilated and generally hypertrophied right atrium. In most cases an interatrial septal defect or patent foramen ovale is present.
A clinical picture has evolved so that one may suspect the diagnosis with a high degree of accuracy during life.1 [3] [4] [5] [6] [7] On occasions, however, the picture may be confused with acquired tricuspid or mitral valvular disease, pulmonic stenosis with interatrial septal defect, or pericardial effusion. Indeed, operations have been performed inadvertently in the past in patients with Ebstein This study was supported in part by a grant-in-aid from the National Heart Institute, by a grant from the American Heart Association partially supported by the Caytiga County New York Heart Chapter, and by the Hochstetter Fund and Ernest L. Woodward Fund.
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On routine cardiac catheterization the diagnostic points reported include the presence of a large dilated right atrium; and 2 areas of different pressures to the left of the spine, presumably from the right ventricle, with the proximal low "ventricular" pressure being indistinguishable from right atrium. 6, 11, 12 The sole factor in attributing pressures to be right " ventricular, " however, was the location of the catheter in relation to the spine. Normal pressures in the pulmonary circuit and frequently a shunt at the atrial level are additional findings.
The utility of an electrode catheter was first suggested when Sodi-Pallares and associateS13' 14 She gave a history of heart disease since childhood with limitation of activity, but there was no suggestion of rheumatic fever. She reported a recent increase in shortness of breath on exertion, and repeated "heart attacks" in the past. These were characterized by apprehension, palpitations, frequent fainting, dusky nails, but not chest pain.
She had been hospitalized elsewhere for 1 year previously for a spontaneous abortion. Two years before an appendectomy and removal of a left ovarian cyst were performed.
On examination she appeared apprehensive but not acutely ill. The blood pressure was 100/70 mn. Hg. There was no evidence of clubbing of the fingers nor of cyanosis. The lungs were clear. The maximun cardiac impulse was seen diffusely in the fifth and sixth intercostal spaces at the left anterior axillary line. A soft systolic thrill was felt along the left sternal border, extending to the
apex. A short, harsh systolic murmur of grade IV intensity was heard loudest along the left sternal border iIi the third and fourth interspaces and was transmitted over the entire precordiumu. A third heart sound was present in the same area as the sy!stolic murmur. Diastolic murmurs could not be definitely identified. The abdomen was tender to deep palpation in the lower quadrants. The liver was not palpable.
Routine laboratory data showed a negative serologic test for syphilis and the absence of polycythemia.
The electrocardiogram showed a sinus rhythm with a rate of 72, P-R interval of 0.18 second, a QRS of 0.12 second, and was interpreted as showing an intraventricular conduction defect (probably right bundle-branch block), abnormal peaked P waves, and inverted T waves over V., -( fig. 1 ).
The chest film showed a generally enlarged heart of globular shape with clear lung fields ( fig. 2) .
A phonocardiograma confirmed the systolic anurMur ' anid third heart sound, and also suggested the presence of a short presystolic nurumiur along the left sternal border at the third and fourth intercostal spaces. Fluoroscopy on the horizontal table again showed generalized heart enlargement without hilar pulsation. It appeared that the right ventricle was particularly enlarged, although there was a wide swing of the esophagus on barium swallow. A fig. 3 ) and the location of the tip of the catheter is illustrated in figure 4 .
Since first being seen, this patient has had over 30 visits to the hospital, usually in the emergency department, and generally for bouts of palpitation. The attacks were similar to those described with an occasional report of dusky nails and fainting. Signs of heart failure had not been observed. Many attacks had been documented electrocardiographically to be bouts of supraventricular tachycardia, usually stopping in a short period of time. On several occasions intravenous quinidine in 0.4-Gm. doses given slowly over several hours had been required. Various regimnens for prophylaxis had been tried, quinidine appearing to be most effective. There seemed to On examination clubbing of the fingers, polyeythemia, and cyanosis at rest are uncommon. The heart is grossly enlarged. Despite the size, the heart is unusually quiet. The T wave is deeply inverted. The right ventricular pressure is 33/5 mm. Hg. Note that the initial upstroke of the ventricular pressure begins after the R wave in both precordial and intracardiac electrocardiograms. C. Below the right ventricular outflow tract, adjacent to the left border of the heart. The right ventricular intracardiac potential coatinues to be similar to those of the right ventricular outflow tract (B) except for a deeper S wave and a less deeply inverted T wave. The pressure pattern in this area is distinctive in that the initial upstroke begins after the P wave but before the QRS complex. In this respect it resembles an atrial pressure pattern.
D. "1Mid right ventricle." The intracardiac potential continues to show right veostricular activity, resembling those recorded at position B. Despite this, the pressure is atrial in configuration. The magnitude of the pressure in this area and in location (C) is definitely lower than that in the right ventricular outflow tract (B). It is almost identical to that obtained in the right atrium proper (F). E. Drawing back across the spine, the usual location of the tricuspid valve, where the intracardiac potential changes from right ventricle to right atrium. This potential change is clearly shown by the sudden appearance of a large diphasic P wave followed by an rSr,' complex. However, there is no change in the contour or magnitude of the pressure. F. High right atrium, along the right cardiac border. The intracardiac potential shows a large negative P wave and a tiny QRS complex. This atrial pressure is elevated and shows a distinct 'a' wave. 
